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Abstract: Aryl hydrocarbon receptor is a ligand—dependent transcription factor that belongs to the basic
helix—loop—helix—per—Armt-Sim family of transcription factors. Aryl hydrocarbon receptors integrate envi-
ronmental, dietary, microbial, and metabolic signals to initiate ligand, cell, and environment—dependent
transcription of target genes, and play an important role in regulating heteroblastic metabolism, cell differen-
tiation, stem cell maintenance, and immunity. Intestinal microbial metabolites play an important role in the
aryl hydrocarbon receptor signaling pathway. The structure of intestinal microbiota and its metabolites can
be regulated by adjusting diet, thereby improving the health of the body. This article reviews the research on
aryl hydrocarbon receptor signaling pathway mediated by intestinal microbial metabolites, including the
structure of aryl hydrocarbon receptor, an overview of its ligands and signaling pathways, and the role of
intestinal microbial metabolites in aryl hydrocarbon receptor signaling pathway.
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